SUMMARY Six successive cases of congenital nephrotic syndrome are described. Each one showed flexion deformities of the knees and hips, widely open anterior and posterior fontanelles, and wide separation of the skull sutures. These abnormalities were present not only in cases in which the renal histology was of the microcystic Finnish type of congenital nephrotic syndrome, but also in those in which the histological picture was one of the variants associated with congenital nephrotic syndrome. It is suggested that such abnormalities are postural deformities, possibly produced by the large placenta.
In congenital nephrotic syndrome (CNS) heavy proteinuria and hypoalbuminaemia are present at birth. Affected babies may be hydropic, but more commonly oedema only develops in the first few days of life. Occasionally, the appearance of oedema may be delayed for weeks or months. CNS is generally familial and idiopathic, but may be secondary either to infection or to renal vein thrombosis although this is rare. ' The Finnish type of CNS is inherited as an autosomal recessive.' In this syndrome the placenta is always large, generally at least 25% of the birthweight. Preterm (Fig. 2) . In CNS Finnish type amniotic fluid oc-fetoprotein has been shown to be regularly increased during the second trimester, and it has been shown that this high level of amniotic fluid oc-fetoprotein is accompanied by fetal proteinuria.3 This fetal proteinuria could produce fetal oliguria and reduce the volume of amniotic fluid. We have no information about the volume of amniotic fluid in our patients.
An equally effective limitation of intrauterine movement could be produced by the very large placenta which is present in CNS. In the 3 cases in which the placental weight was available it was 40-52 % of the birthweight.
In a recent report, the presence of parietal craniotabes in the newborn was related to early engagement of the fetal head.4 Two of the 10 infants had widening of the anterior and posterior fontanelles and of the sagittal suture, to such an alarming extent that investigations to exclude hydrocephalus were carried out;4 the skull anomalies in all 6 of our patients were equally striking. Attention was also drawn to a previous report of 55 term Chinese babies with unusually wide sagittal sutures which had returned to normal in 9-11 weeks5 and it was suggested that the aetiology of the widened sutures might be similar to that of the parietal craniotabes.5 The large placenta, either directly or by producing early engagement of the fetal head, could explain the skull abnormalities of CNS and would explain why they resolve in surviving children.
Amniocentesis in rats at a certain stage in gestation leads to mid-line cleft palate 6 and the higharched palate observed in 3 of our patients may represent a further effect of extrinsic pressure.
The placentas of our patients were not available for histological examination, but there is evidence that the large size is mainly due to oedema.7 A few reports have indicated that the fetal-placental ratio is normal in the second trimester 8 Even with such a small sample, this probably represents a true association.
The limb deformities in CNS are more widespread than is usually described, often affecting knees, hips, wrists, and elbows, in addition to the ankles. These deformities have the characteristics of postural deformities, probably produced by the large placenta; oligohydramnios and hypotonia may be additional contributory factors. Skull abnormalities were universally present and these, and the high arched palates which were variably present, may also arise as a result of extrinsic pressure or limitation of movement. These limb deformities and abnormalities of the skull are non-specific features of CNS and a neonate with CNS and these typical features cannot be assumed to have the Finnish type of CNS.
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